Proceedings of the Royal Society of Medicine 2 three exchanges, following which the patient developed a pyelophlebitis and possibly a portal vein thrombosis. A peritonitis also occurred and gave rise to the paralytic ileus. There was an associated obstructive jaundice. Discussion.-Group B incompatibility is seldom severe enough to necessitate three exchanges. Obstructive jaundice associated with h2emolytic disease of the newborn is not uncommon and is usually due to inspissated bile obstructing the intra-and extra-hepatic ducts. Sepsis following umbilical exchange transfusion seems to be very rare with only two other reports of it in the literature, although many more cases may occur.
Diastematomyelia.-J. P. M. TIZARD, M.R.C.P. Girl, aged 3 years 6 months, was noticed at birth to have a tuft of long, fine hair overlying the mid-dorsal spine. X-rays displayed a picture interpreted as diastematomyelia. The 5th to 9th dorsal vertebre and the spinal cord are widened; the disc spaces are narrowed and there is a vertical median bar of bone starting at the 5th vertebral body and extending downwards to the upper border of the 7th.
No operative treatment has been carried out and the child has at no time shown any defect of locomotion or of bladder control and there are no abnormal neurological signs.
Discussion.-The spinal column grows faster than the spinal cord and the development of neurological defect in cases of diastematomyelia is attributed to the increasing pressure exerted on the cord by the bony spine transfixing it. Most modern writers on this subject regard spinal cord damage as being sooner or later inevitable and therefore advocate early operation. For instance, Matson and his colleagues (1950) state that it is "good preventive medicine to carry out surgical treatment of diastematomyelia associated with spina bifida occulta at any time the diagnosis is made in early infancy and childhood". In most cases of diastematomyelia, however, the defect is found in the lumbar or lower thoracic region. Of 22 cases reported by Ingraham and Matson (1954) in only one was the defect above the level of T. 8. It is obvious that the higher up the cord, the less is the difference in growth rate between cord and spine and it is suggested that a conservative policy may be justifiable in this case. The decision not to operate early was made in collaboration with Mr. Valentine Logue and the child has been, and will continue to be, re-examined at regular intervals. Girl, aged 15 months. Pregnancy normal; uneventful vertex delivery. She was noticed at birth to have the following abnormalities: (1) Weakness of the left arm, due apparently to an upper trunk brachial plexus palsy (Erb-Duchenne type). (2) Various skin lesions: (a) About a dozen small (2-3 mm. diameter) faintly bluish shallow pits, mainly on the left side-limbs, trunik and upper lip; (b) two vascular navi, one on each thigh; (c) an ill-defined, irregular patch of atrophic skin (4 x 3 cm.) attached to subcutaneous tissue above the left scapula.
The vascular nevi have now started to regress and the other skin lesions, -although still present, are inconspicuous. There has been little or no improvement in the paralysis of the left arm. No abduction of the arm, nor supination of the forearm seems possible. There is some ability to flex the forearm. Hand movements are unaffected. There is wasting of the left deltoid and upper arm muscles and absence of the left biceps and supinator jerks.
There is no obvious loss of pin-prick sensation. There is no sign of an upper motor neurone lesion in the legs to indicate cord damage and no evidence of sympathetic chain involvement (Horner's syndrome) to suggest root damage.
Discussion.-The prognosis in cases of birth palsy of the upper brachial plexus type is generally considered to be good, althouLgh recovery is by no means invariable. On the other hand, it is very unusual for the detivery of a baby with brachial palsy to have been entirely normal (Morison, 1938) . It is suggested that the palsy of the left arm in this child was not due to stretching or other damage to the brachial plexus at birth, but to prenatal malformation associated with a similar process in the overlying subcutaneous tissue and skin. Girl, born January 23, 1950. Both parents are healthy and there is no history of consanguinity. The pregnancy and the delivery were normal but the child was born prematurely without obvious cause; the birth-weight was 4 lb. 12 oz. Elder female sibling is alive and well and normal. A second sibling died in 1948 from tuberculous meningitis, no contact was found.
Progress had been normal from birth till 31 years of age when she developed a tendency 3 Section of Pcediatrics 331 to bruise easily and the parents Lbecame concerned over her "poor general condition". Blood examination, including bleeding and clotting times, was normal. The child appeared to lack subcutaneous fat over the whole body but particularly of the hands and feet (Figs. 1, 2, 3 thin and wrinkled skin similar in appearance to the hands and feet of old people. The descriptive label of peripheral ectodermal dysplasia was given at the time. Three years later Dr. G. B. Dowling identified the condition as acrogeria as described by Gottron (1940) . Only two other reports of the condition could be traced in the literature, Gromzig (1951) and Bazex and Dupre' (1955) . There do not appear to be any other associated anomalies.
